[From ischemia to reperfusion lesions].
It is well established that early reperfusion of ischemic myocardium limits or even prevents necrosis. However, sometimes restitution of coronary flow to the ischemic myocardium may precipitate a sequence of events that would have occurred either later or not at all. To prove the existence of reperfusion-induced injury, it is necessary to show that cells, potentially viable before reperfusion, are killed by the onset of reperfusion. The consequences of reperfusion are reperfusion-induced arrhythmias, myocardial stunning, accelerated necrosis and lethal reperfusion injury. The two main theories explaining the development of reperfusion injury are formation of free radicals and cellular calcium overload. Free radicals produced during early reperfusion may cause oxidant stress to membrane lipids and proteins associated with a potassium loss and a temporary cytosolic calcium overload. Results of experiments with free radical scavengers are contradictory for unknown reasons suggesting that reperfusion injury is a complex event innowing endothelial damage, leukocyte-plugged vessels, microvascular damage and production of heat-shock proteins.